
























































































性 年齢 部位 免疫状態 TP５３ CDKN２A NOTCH１ NOTCH２ NOTCH３ NOTCH４
１ 男 ７６ 頭 ＋ R２４８W P１３５L Q６１０X
W３３０X，
R１８３８X








４ 女 ６１ 頬 ＋ Y２２０N W３０９X



















８ 男 ６３ 下口唇 ＋
太文字の変異は正常アレルの欠失を示す
図２：Trunk and branch model
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SUMMARY
Skin cancers are considered to develop through accumulations of genetic and／or epigenetic
events in normal cells of the skin. Among them, we focus on common skin cancers, including
squamous cell carcinoma and melanoma. Many important molecules have been found to be in-
volved in molecular carcinogenesis of these disorders, and some drugs targeting those molecules
have been already developed. We review the updates on molecular carcinogenesis with our cur-
rent works.
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